A young man with cat-scratch disease developed persisting bilateral ankle arthropathy. Biopsy of the lower tibia and synovium of the ankle joint showed changes consistent with chronic osteomyelitis and associated arthropathy. We believe that this is the first report of a case of cat-scratch disease presenting with an otherwise unexplained arthropathy.
Case report A 26·year-old male initially presented in June 1985 with a sore throat, lethargy and shoulder pain and in addition he had noticed a swelling in the upper sternal region. He was found to have a ridge of enlarged lymph nodes resembling a chin strap, and he had a vesicular rash on the palms and soles of his feet. Initial investigations including full blood count, erythrocyte sedimentation rate and chest X-ray were normal. Two months later he developed an inflammatory arthropathy ofboth ankles, which were painful on movement, tender on palpatation and diffusely swollen. The remaining joints were normal. Fuller investigations at this stage, including antistreptolysin 0 and anti·Staphylococcus titres and angiotensin converting enzyme showed no significant abnormality. His human leucocyte antigen phenotype was A2, B15, B17, BW4, BW6.
As outpatient treatment failed to relieve his symptoms he was admitted to the rheumatology unit at Princess Alexandra Hospital, where he showed some improvement with simple bed-rest, indomethacin 75 mg daily and physiotherapy. Despite symptomatic improvement, after discharge from hospital his lymphadenopathy and ankle arthritis persisted. An axillary lymph node biopsy performed in March 1986 showed several epithelioid granulomata with giant cells offoreign body and Langhans types, with central necrosis containing leucocytic debris ( Figure 1 ). These appearances being virtually diagnostic of cat-scratch disease. On further questioning the patient admitted to having two cats at home and that he was 'always getting scratched'.
The ankle arthritis continued and when seen in July 1986, one year after the onset of his symptoms, it was decided to biopsy the worst affected ankle joint. At operation a discrete area of periostitis was noted on the medial aspect of the tibia and the synovium was thickened. The histology of the fragments biopsied showed reactive new bone formation with Figure 2 ) consistent with chronic osteomyelitis. The synovial membrane was hyperplastic and showed chronic inflarnmatory changes. Specific stains for bacteria and virus particles were negative.
Discussion

Cat-scratch disease (benign inoculation lymphoreticulosis)
has been reported world wide since its first recognition and later description by Debre (1950) as 'Ia maladie des griffes du chat'1. It occurs sporadically in the UK and small epidemics are said to occur in cat-loving households. It affects all races and both sexes equally and mainly the 20-30 year age group. In 90% of cases there is a clear history of cat contact or scratch.
Until recently no definite causative agent had been isolated and it was previously suggested that either a virus or an acid-fast mycobacterium may be responsible. However,Wear et aL in 1983 2 positively identified a small weakly gramnegative organism in lymph node biopsies in 29 cases and since then the same organism has been demonstrated in the skin lesions at the primary inoculation site 3 • Gerber et al. 4 have successfully cultured lymph nodes from patients with cat-scratchdisease isolating the organism RothiadentocorWsa, ail agent previously implicated in the oculoglandular syndrome of Parinaud 5 ,s. The organism is best demonstrated with either the modified silver (Dieterle) stain or the Warthin-Starry stain", The cat, usually a kitten, acts merely as a healthy animal vector carrying the organism on its claws so inoculating the host through a scratch.
The natural history of the disease is essentially benign beginning three to ten days after inoculation with a local skin papule or pustule, followed at about two weeks (3-50 days) by impressive regional lymphadenopathy. Malaise, fever and an influenza like illness are variable, and in 4% of cases there is a transient macula-papular skin rash. There may be a leucocytosis with eosinophilia of 10-15% and a slightly raised erythrocyte sedimentation rate. The prognosis is usually excellent, with few complications, there being complete regression of the lymphadenopathy in two to three months. The more commonly described and unusual complications associated with cat-scratch disease include the oculoglandular syndrome of Parinaud, encephalitis, thrombocytopenic purpura, primary atypical pneumonia, osteomyelitis and erythema nodosumS, 8,9, Pain and swelling of the peripheral joints has not been reported in association with cat-scratch disease, although one single case of arthralgia of the shoulder, elbow and wrist in association with epi·trochlear lymphadenopathy in a child has been reported'", Osteomyelitis is a rare complication of eat-serateh disease ll ,12, with no reports of associated joint involvement to date.
Febrile ulceronecrotic Mucha Habermann disease (FUMHD) may cause severe systemic symptoms but there have been no reported deaths'v, We report the first fatality.
Case report
A 49-year-old woman presented with a five-week history of fever, rigors, malaise, weight loss, a non-specific chest ache and a two-week history of a widespread skin eruption. Oral prednisolone, 30 mg a day, for a fortnight had proved ineffective.
On examination she was febrile (39.5°C) with enlarged axillary and submandibular lymph nodes. The skin lesions were centrally distributed over the trunk and proximal limbs, and were predominantly papular, varying in size from 1 to 10 mm (Figure 1) . Some were scabbed, others had necrotic vasculitic centres while others had mica-like scales. FUMHD was diagnosed clinically with a.differential of lymphoma, septicaemia, vasculitis and autoimmune disease.
Investigations showed haemoglobin 10.6 gldl, normal leucocyte count and erythrocyte sedimentation rate of 60 mm/h. Serum electrolytes, urea, liver function tests, and iron studies were normal. Reticulocyte count was 3.5% but direct Coombs test was negative and haptoglobins were normal. Mid-stream urine, repeated blood cultures, viral studies, VDRL, TPHA, human immunodeficiency virus, histoplasmosis antibodies, Aspergillus antibodies, autoantibodies, circulating immune complex tests, neutrophil cytoplasm antibody tests, Mantoux, gastric washings for tuberculosis and hepatitis B surface antigen tests were negative. Electrocardiogram and chest X-ray were normal. Computed tomography scan showed splenomegaly.
Biopsies of two skin lesions showed exocytosis, parakeratosis and local necrosis in the epidermis (Figure 2A) . The dermis showed a perivascular inflammatory infiltrate composedoflymphocytes and macrophages. At higher power some endothelial cell swelling and extravasation of red blood silver staining (Dieterle's stain) in the diagnosis of cat scratch disease. Histopathology 1986;10:1015-21 8 Daniels WB, MacMurray FG. Cat-scratch disease: report of 160 cases. JAMA, 1954; 154:1247-51 9 Spaulding WB, Hennessy IN. Cat-scratch disease: a study of 83 cases. Am J Med 1960; 28:504-9 10 Fowler RS, Bailey JD. Cat-scratch disease in childhood. Can Med Assoc J 1961; 84:1365-8 11 Adams WC, Hindman SM. Cat-scratch disease associated with a osteolytic lesion. J Pediatr 1954; 44:665-69 12 Collipp PJ and Koch R. Cat-scratch fever associated with an osteolytic lesion. N Engl J Med 1959; 260:278-80 (Accepted 15 December 1988) Figure 1 . Showing the abdominal skin lesions cells was seen. Nuclear fragments were present, but not many neutrophils were seen. The histology was suggestive of pityriasis lichenoides et varioliformis acuta (PLVA). Biopsy of an axillary lymph node showed histological changes of necrotizing lymphadenitis. Prednisolone up to 40 mg per day, parenteral broad spectrum antibiotics and acyclovir had no effect on her general condition although there was some improvement in her skin lesions. High swinging fever persisted but despite this the patient remained ambulant. MacKinnon described effective treatment with ultraviolet light 3 but this was unsuccessful with our patient. Methotrexate and 7 days dapsone were also unhelpful. After four weeks in hospital she became increasingly weak and lethargic, anaemic (Hb 8.6 g/dl) and hypoproteinaemic with excess ADH secretion. She was transfused and water restricted but developed cardiogenic shock and died six weeks after admission.
Postmortem showed a right lower lobe pulmonary embolus, widespread mesenteric lymphadenopathy and some unexpected findings in her heart which showed histological changes of a very active lymphocytic myocarditis compatible with viral myocarditis ( Figure 2B ).
Discussion
PLVA is an uncommon condition, usually affecting males in the third decade. It is normally self limiting with little systemic disturbance and no long-term sequelae other than cutaneous scarring. Degos described two patients with a severe form of this condition under the title of 'Parapsoriasis Ulceronecrotique Hyperthermique' in 1966 2 • Both patients were male, aged 36 and 30. The first had a widespread papular keratotic eruption, with a high fever and leukocytosis. Multiple antibiotics proved ineffective but there was an immediate response to corticosteroids. The second patient was febrile with widespread skin lesions and generalized lymphadenopathy. He recovered spontaneously without drug therapy.
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